cerebrospinal fluid (CSF) of lethal cases of dengue. [3] In our cases, demonstration of dengue virus in CSF would have been confirmatory, but was not undertaken. There was no suspicion of encephalitis rendering this as sensorium was intact. There are reports that dengue encephalopathy may have no CSF changes. [2] No reports of mania following dengue have demonstrated structural changes in the brain. [4, 5] In our cases, absence of previous affective episodes, family history, and psychosocial stressors strongly supported organic etiology. All the cases recovered rapidly unlike that of typical mania. The homotypical manifestation of cases also suggested organicity. Follow-up of cases looking at course of illness would help to delineate it from an independent mood disorder.
There are a few indicators against organic etiology as well. Dengue outbreak is a traumatic event with thanatophobia and trauma of witnessing death. [6] Hence in the aftermath of outbreak, the possibility of reactive psychosis also needs to be considered. A few argue that dengue and psychiatric disorders are only accidental co-occurrence mentioning Thailand's database where dengue prevalence is the highest. [7] The case series suggests that research on psychiatric disorders in patients affected with such infective outbreaks may shed light on the infective etiology of psychiatric disorders.
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Sir, Infective origins of mental illness were hypothesized as early as 1845 by Esquirol. Patients with encephalitis lethargica had features schizophrenia and affective disorders. [1] Although there are reports of encephalitis associated with dengue psychiatric manifestations are under-reported. [2] During the 2017 dengue outbreak in India, the highest number of dengue cases was reported in Kerala. Here, we report three cases of the first episode of mania following serologically confirmed dengue fever and discuss etiological possibilities of mania following dengue.
Case 1
18-years-old lady, temperamentally easy child with no past or family history of mental illness was brought to psychiatry outpatient department (OPD) after a week of resolution of dengue with decreased sleep, overtalkativeness, easy irritability, over religiosity, and grandiose delusion. She was diagnosed with organic mood disorder mania and improved with olanzapine 15 mg and sodium valproate 1500 mg/day.
Case 2
38-years-old man with no past or family history was brought to OPD. His symptoms started 5 days after resolution of dengue as decreased sleep, increased energy, and over socialization. He had an excessive talk, irritable mood, and expansive ideas. He was diagnosed to have an organic mood disorder mania. He improved within a week on haloperidol 10 mg/day.
Case 3
48-years-old lady with no past or family history was brought 4 days after resolution of dengue fever. She had insomnia, overtalkativeness, over-religiosity, increased psychomotor activity and elated mood. She was diagnosed to have organic mania and improved on olanzapine 5 mg/day in a week.
DISCUSSION
In the cases discussed, there was a temporal relationship between dengue fever and the emergence of mania which aroused suspicion whether a causal relationship existed between dengue and mania.
Dengue virus is a nonneurotropic virus, but in a recent study, the virus could be isolated from brain tissue and
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Eyelid petechiae as a window to relapse in a case of purging-type anorexia nervosa
Sir, Dermatological signs and symptoms have often aided in the diagnosis of psychiatric disorders. Cutaneous manifestations in eating disorders have been classified into four groups: those caused by starvation or malnutrition, due to self-induced vomiting, due to drug consumption, and finally, caused by concomitant psychiatric illness. [1, 2] Herein, we report a case of a young girl who presented to dermatology with eyelid petechiae, which seized the diagnosis of relapse in a psychiatric disorder.
A 22-year-old unmarried girl presented to the dermatology outpatient department with tiny, asymptomatic, irregular, nonpalpable purpuric lesions on and around the eyelids for 3-4 days [ Figure 1 ]. She did not give any history of trauma or easy bruisability. History of multiple episodes of vomiting was present in the past month, and the last episode had occurred 2 days back. There were no knuckle calluses or enamel erosions. An interview with the mother revealed a history of sudden weight loss 2 years back which was treated by the psychiatry department, after which her condition had gradually improved and she seemed to be "doing fine" since then. This prompted us to evaluate the history of vomiting in detail, which is when the patient revealed that she was inducing vomiting for nonspecific reasons.
Psychiatric consultation revealed that her symptoms had started 2 years back after starting college, causing her to become "self-conscious" as her friends were thinner than her. She started restricting her food intake and invested most of her time in diet and fitness regimens and remained preoccupied with her waist fat. This even hampered her routine and she gradually became irritable and started missing classes. Her food intake reduced to once a day with predominant water intake. She lost almost 40 kg of weight in 3-4 months. Her mother became concerned about changes in behavior and took her to a psychiatrist who diagnosed her as anorexia nervosa (AN) (restrictive type) with major depressive episode. She received fluoxetine (40 mg for 6 months) and cognitive behavioral therapy (18 sessions) and showed improvement in symptoms with complete remission. She resumed her college schedules after 1 month of regular treatment and even started meeting family members and friends. She maintained well for almost 1 year and regained her weight of 65 kg.
Recently, for the last 4 months, she had joined a new center for Journalism. She was initially very enthusiastic but gradually became critical of it. She again began to reduce her food intake, but this time she used to repeatedly indulge in binge eating followed by self-induced vomiting with occasional laxative use. She started developing thoughts of low self-worth and avoided meeting people. This time she hid her symptoms to avoid consultation for "psychological symptoms" and felt she could manage this herself.
Family history of major depressive disorder was found in her brother. Mental status examination revealed that she was
